ABSTRACT
INTRODUCTION
A causal relationship between the thymus gland and myasthenia gravis (MG) has been assumed for decades. However, this relationship is still a matter of conjecture and speculation and awaits definitive proof. It has been more than three decades since modern surgery has taken a role in the treatment of myasthenic patients [1] . During the same period we have achieved new
MATERIAL AND METHODS
Six cases of thymic enlargement were diagnosed at the department of Pathology of our hospital. Clinical records, histological reports and microscopic slides were available in all cases and were retrospectively reviewed. Our study contained 2 groups: four patients without medical history of myasthenia gravis (MG) and two patients, which were myasthenic. All patients underwent a clinical examination, standard chest radiographs and computed tomography scans (CT). Diagnosis of thymic enlargement (thymolipoma (TL) or true thymic hyperplasia (TTH)) was made on surgical biopsies in 2 cases and on thymectomy in 4 cases. All simples were fixed in formalin, embedded in paraffin and stained with hematoxylin and eosin. An additional immunohistochemical study was performed, in all cases, using the following anti -bodies: antidesmin and anti-smooth muscle actin (SMA). These antibodies were used in order to reveal myoid cells.
RESULTS
The clinical characteristics are summarized in table 1
Clinical Records
Our study contained 4 men and 2 women (sex ratio= 2) ranging in age from 14 to 48 years (mean age = 24.66 years). The 2 patients with MG underwent a thymectomy because of resistance to the medical treatment. Two patients were treated with chemotherapy for a Burkitt lymphoma in one case and ovarian immature teratoma in the other. The fifth patient had a history of Cusching syndroma and the sixth one was operated for cystic pleurisy. Chest -x-ray revealed a mediastinal enlargement in 4 cases and was normal in the others. CT-scan demonstrated an anterior mediastinal mass in 4 cases and was normal in 2 cases.
Histological Findings
There were 4 cases of TTH and 2 cases of TL. Concerning the 2 patients with MG, one case was associated with a TL and the other with a TTH.
TTH showed numerous lobules with well-defined cortical and medullary areas thus 
DISCUSSION
MG is a relatively uncommon disease of the neuromuscular junction whose effectors are autoantibodies against the nicotinic acetylcholine receptor (AchR) at the postsynaptic membrane of the neuromuscular junction. Thymic abnormalities are found in patients with MG. About 70% of the patients with MG have thymic follicular hyperplasia, 15% have thymomas, and 15% have a histologically normal thymus for their age [2] . Thymic enlargement (true thymic hyperplasia or thymolipoma) has been associated with the early onset of the disease. Moreover, thymectomy improves the clinical course of MG. The thymus is implicated in initiating or perpetuating the disease process. Many theories were advanced to explain the pathogenesis of this autoimmune entity [3] [4] [5] [6] [7] [8] [9] . According to one theory, this disease is a B-cell-mediated disease. It is thought that the thymic germinal center environment, observed in lymphoid thymic hyperplasia, is providing signals that promote auto-reactive B-cell survival, activation and maturation. These cells will block the AchR [7] . Other theories implicated the role of the T-cell CD4+. According to these theories, the thymic epithelial cells and myoid cells wich express AchR in their surfaces, are 
CONCLUSION
Many theories have been stipulated concerning the pathogenesis of the association MGthymic enlargement. Inspite of the multiplicity of the theories concerning this disease, all authors agree about the fact that thymus is the main site of autosensitization to AchR. Our results make the role of the myoid cells in this association doubtful and further studies may be useful in order to assess their real role.
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